A 58-year-old man with a history of dyspnoea was admitted for radiofrequency catheter ablation of an accessory pathway. He was diagnosed with Wolff-Parkinson-White syndrome when he presented a ventricular arrhythmia during atrial fibrillation.
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Case presentation
A 58-year-old man with a history of dyspnoea was admitted for radiofrequency catheter ablation of an accessory pathway. He was diagnosed with Wolff-Parkinson-White syndrome when he presented a ventricular arrhythmia during atrial fibrillation.
Transthoracic echocardiography revealed significant left-ventricular dysfunction with an enlarged left ventricle. We noted numerous and prominent trabeculations predominating in the apical and anterior areas and deep intratrabecular recesses, where colour Doppler revealed blood inflow. The non-compacted/compacted myocardium (NC/C) ratio at the end of systole was greater than 2, leading to a diagnosis of left ventricular noncompaction.
The echocardiogram (with SonoVue ® ) revealed contrast in the recesses and reaching the bottom of the left ventricle ( Fig. 1, plate 4) . The echocardiograms rule out hypertrophic cardiomyopathy and intraventricular thrombus and detect more non-compacted segments.
Three-dimensional echocardiography ( Fig. 1 , plate 3) was helpful in eliminating other differential diagnoses and for determining the location of the trabeculation: the non-compacted myocardium was clearly visualized. Threedimensional navigation into the left-ventricular volume allowed us to look for thrombi in the recesses.
Cardiovascular-magnetic resonance (CMR) confirmed the diagnosis and excluded the main differential diagnosis, namely corrected transposition of the great vessels. It also showed late gadolinium enhancement in the apical septum, suggesting fibrosis in this area. We were also able to measure the NC/C ratio at the end of diastole (reference for the CMR) and to compare it with the echo. CMR gave a ratio of 3.5 [2.5/0.7 = 3.6] (Fig. 2, plate 5 ; NC/C = 2.5/0.7) in the long-axis view, whereas echo gave a ratio of 2.9 [2.5/0.9 = 2.8] (Fig. 1, plate 2 ; NC/C = 2.5/0.9) at the end of systole, in short-and long-axis view.
Discussion
Left ventricular non-compaction is an anomaly of endomyocardial morphogenesis and is due to persistence and hypertrophy of embryonic trabeculations. The association of left ventricular non-compaction and WolffParkinson-White syndrome is rare, with only five published reports identified on a PubMed search. As these diseases are caused by a halt in the cardiac maturation process, we can hypothesize that there may be some similarities in the genetic disorders that cause them.
